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Pour les mesures biochimiques, la reperfusion ne dure que 15 
minutes et un groupe sham est constitué. A la  n des 15 minutes 
de reperfusion, les mitochondries de la zone à risque sont isolées. 
La capacité de rétention calcique (CRC, index d’ouverture du 
mPTP), la production des ROS et la phosphorylation oxydative sont 
mesurées.
Après 2 heures de reperfusion, l’infarctus représente 58,2 ± 3,3 % 
de la zone à risque chez le groupe contrôle, contre 44,1 ± 4,6 % 
pour le groupe préconditionné (p < 0,05).
En présence de glutamate (20 mM), la respiration à l’état 3 est 
diminuée dans les groupes contrôle et préconditionné par rapport 
au groupe sham (respectivement 20,3 ± 7,8 ; 19,2 ± 4,9 et 61,8 
± 7,9 nmoles O2/min/mg prot).
La CRC est également diminuée chez ces mêmes animaux 
(respectivement 157 ± 12 ; 152 ± 14 et 557 ± 31 nmoles Ca2+/
mg prot), tout comme la production de ROS après stimulation du 
complexe II de la chaine respiratoire (respectivement 131 ± 24 ; 110 
± 25 et 180 ± 15 pmoles H2O2/min/mg prot).
En conclusion, le préconditionnement ischémique diminue la taille 
d’infarctus chez le rat sans changement signi catif des fonctions 
mitochondriales à un temps court de reperfusion.
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Purpose — Apoptosis contributes to myocardial cell death after 
cardiac ischemia and reperfusion. Using beta-actin Daxx-DN 
transgenic mice, we have previously shown that Daxx, a Fas—
associated protein, is involved in apoptotic cell death in myocardial 
reperfusion injury.
The aim of our study was to better characterize Daxx-DN 
cardioprotective properties during ischemia/reperfusion (IR) 
injury.
Material and Methods — Daxx-DN (+/-) versus wild-type (WT) 
mice were subjected to a postconditioning protocol (PostC) in 
a surgical model of myocardial IR. 9 Daxx-DN and 12 WT mice 
underwent a PostC protocol comprising, after 40 minutes of 
left coronary artery occlusion, 3 cycles of 1-minute reperfusion 
and 1-minute reocclusion before the 60 minutes of reperfusion. 
Results were compared to those obtained in mice IR Daxx-DN 
(n=10) and IR WT (n=19) subjected to an IR protocol (ischemia: 
40 minutes of — reperfusion: 60 minutes). An additional group of 
PreC WT mice (n=7) were subjected to the same algorithm than 
PostC but applied 10 minutes before ischemia. Determination of 
area at risk and infarct size (Inf/AR) was assessed by dual staining 
by triphenyltetrazolium chloride and phtalocyanine blue dye. 
DNA fragmentation as a marker of apoptosis was quanti ed in 
ischemic versus non ischemic parts of left ventricles at the end of 
surgery. Comparisons between groups were assessed by one-way 
or two-way ANOVA and statistical signi cance was de ned as a 
value P<0.05.
Results — Area at risk was comparable among groups (p=ns). 
Interestingly, infarct size was signi cantly reduced both in PostC WT 
and PostC Daxx-DN mice versus IR WT and IR Daxx-DN, respectively 
(p<0.0001). The cardioprotective effect offered by PostC was as 
ef cient as PreC (p=ns). DNA fragmentation was decreased in the 
ischemic part of PostC Daxx-DN and PostC WT when compared to 
the non ischemic part taken as control.
Conclusion — This study shows that Daxx-DN hearts are sensitive to 
postconditioning in vivo and that the ef ciency of cardioprotection 
upon postconditioning is maximal compared to the Daxx-DN 
transgene-induced cardioprotection. This suggests either that 
postconditioning induces a maximal activation of the underlying 
mechanisms involved in Daxx-DN cardioprotection or that the 
postconditioning activates additional speci c cellular pathways.
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Endothelial protective actions of estrogens have been observed in 
various cardiovascular pathophysiological states. In particular, we 
showed that chronic 17beta-estradiol (E2) treatment prevents acute 
ischemia/reperfusion-induced coronary endothelial dysfunction 
in mice and accelerates reendothelialization after carotid injury. 
Whether such an endothelial healing effect occurs in a context of 
chronic reperfusion is unknown.
Thus, ischemia was induced by a left anterior descending coronary 
ligation for 30 minutes followed by one month of reperfusion (IR) 
in ovariectomized (OVX) mice, implanted or not 24 hours after 
